Introduction
Crohn's disease in childhood is often difficult to diagnose, so that a low threshold of suspicion is required (O'Donaghue and Dawson, 1977) . This report describes a child with severe failure to thrive due to isolated gastroduodenal Crohn's disease, whose diagnosis and treatment were delayed because of the extremely unusual site of the disease.
Case report
The patient first presented in January 1975, aged 10 years, with symptomatic anaemia and weight loss of one month's duration. The Hb level was 5.7 g/dl with evidence of iron deficiency, serum iron 7-9 ±mol/l (normal 14.3-21-5 V±mol/l), total iron binding capacity 84-1 ,umol/l (normal 43.0-64-4 ,umol/l). A bone marrow aspiration showed megaloblastic changes and no iron stores. Folate levels were normal and plasma B12 slightly low, 145 ng/l (normal 150-1000 ng/l). There was no evidence of blood loss and as her diet was vegetarian and the calorie intake extremely low, a diagnosis of nutritional iron deficiency was made. She did not improve on iron supplements and reinvestigation in January 1976 showed a definite B12 deficiency (110 ng/I).
A barium meal showed abnormalities of the stomach with mucosal irregularity suggestive of widespread ulceration on the greater curvature. There was little peristalsis and the pylorus was fixed and open. The duodenum was dilated and peristalsis was disturbed as shown by a to-and-fro movement of the barium. Gastroscopy showed an atrophic, red, finely granular mucosa with marked vascularity of the stomach and coarse granulation of the duodenum. Biopsy histology showed changes of active chronic gastritis with intestinal metaplasia, and no granulomata were seen. A pentagastrin test showed anacidity with almost absent intrinsic factor. A Schilling test was consistent with B12 malabsorption due to intrinsic factor deficiency, urinary excretion of 57Co-labelled B12 being 1.4% before and 12-4% after intrinsic factor (normal > 10%). Parietal cell and intrinsic factor antibodies were not found and no acid fast bacilli could be isolated on gastric washings.
The possibility of Crohn's disease was raised but thought unlikely; however, she failed to thrive despite monthly B12 injections and her nutritional intake remained very poor because of anorexia. In October 1977 gastroscopy combined with colonoscopy was performed. There was again a diffusely friable and reddened stomach mucosa with an unusual villous pattern in the duodenal cap. Biopsies of the stomach showed a mixed acute and chronic inflammatory infiltrate with a few well defined non-caseating granulomata (Fig. 1) . The duodenum showed similar changes but no granulomata. The colon and terminal ileum were normal endoscopically and histologically.
A diagnosis of isolated gastroduodenal Crohn's disease was made and after an initial period of nasogastric tube feeding she was treated with prednisolone (2 mg/kg/day). Azathioprine at 1 mg/ kg/day, increasing to 2 mg/kg/day, was added as the steroids were reduced to an alternate day regimen. A dramatic improvement in well-being, appetite and weight occurred, nearly 10 kg being gained in 4 months (Fig. 2) During the course of her illness the possibilities of nutritional iron deficiency, pernicious anaemia and anorexia nervosa were entertained, and later diagnoses which were considered and rejected included gastric tuberculosis, syphilis, eosinophilic granuloma and fungal infections, emphasizing the difficulty in making the diagnosis of Crohn's disease.
The endoscopic and X-ray features are similar to those previously described (Danzi et al., 1976) . The difficulty of obtaining a histological diagnosis by endoscopic biopsy in Crohn's disease of the stomach and duodenum (Pryse-Davies, 1964; Nugent, Richmond and Park, 1977) 
